Platelet adhesion in atrial fibrillation.
Increased platelet activation has been reported in nonvalvular atrial fibrillation (AF) but it remains unclear whether or not this is due to the underlying cardiovascular diseases, clinical subtype of AF and the influence of anti-thrombotic therapy. Platelet adhesion in AF patients was assessed using a 'platelet adhesion assay', and compared to both 'healthy controls' and 'disease controls' (patients with hypertension, coronary artery disease, diabetes or stroke but in sinus rhythm). AF patients on no anti-thrombotic treatment (N=20) had increased platelet adhesion compared to 'healthy controls' (N=57) (p=0.044). Initiating treatment with both aspirin and warfarin resulted in significant reduction in platelet adhesion in AF patients (p=0.014 and 0.019 respectively). AF patients on optimal anti-thrombotic therapy (N=98) had no significant difference in platelet adhesion compared to 'healthy controls' and 'disease controls' (p=0.312). Platelet adhesion failed to distinguish between 'high-risk' (i.e. CHADS score > or = 2) and 'low-risk' (i.e. CHADS score < 2) AF patients (p=0.352). Amongst the clinical parameters that contribute to increased stroke risk in AF, platelet adhesion was only correlated with age (r=0.215, p=0.034), and not with other stroke risk factors. There was no significant difference in platelet adhesion between paroxysmal and permanent AF (p=0.618). There is a significant, albeit weak, excess of platelet adhesion in AF patients on no anti-thrombotic therapy compared to 'healthy controls'. In optimally treated AF patients, platelet adhesion is not different to both 'healthy' and 'disease controls'. It is possible that abnormal platelet adhesion does not significantly contribute to the increased risk of stroke and thromboembolism that persists despite anti-thrombotic treatment in AF or in identifying 'high-risk' AF patients.